Effect of sodium nitroprusside on ischemia-reperfusion injuries of the rat liver.
The role of NO (nitric oxide) in liver ischemia-reperfusion injury remains controversial, therefore the effect of sodium nitroprusside (SNP), as NO donor on ischemia-reperfusion injuries of the rat liver was studied. Warm ischemia (68% of total liver) of the rat liver was induced for 30 min, followed by reperfusion for 60 min. A dose of 1 or 10 microg/kg/min SNP were continuously administered during the reperfusion period. We performed the following assessments: (i) hepatic microcirculation, (ii) nitrosyl-hemoglobin (Hb-NO, a product of interactions between hemoglobin and NO) levels, (iii) NO2-/NO3- (end products of NO oxidation) levels, and (iv) the serum lactate-dehydrogenase (LDH) levels. Hepatic microcirculation at 5 and 15 min after start of SNP infusion was significantly improved, compared with that in the control group. NO2-/NO3- and Hb-NO levels in both SNP groups were gradually elevated after reperfusion. Serum LDH levels at 60 min after start of reperfusion in both SNP groups were significantly lower than in the control group. In the early phase of the reperfusion period, SNP injected increased hepatic microcirculation and reduced hepatocyte damage, suggesting that the administration of SNP may help present ischemia-reperfusion injuries.